Objective-To determine the role of exertion as a precipitating factor in syncope in patients with aortic stenosis.
Results were expressed as means (SD).
Results
Of 459 patients who had aortic valve replacement, 39 fulfilled the recruitment criteria. Each replacement valve was a mechanical prosthesis and each patient had long-term anticoagulation with warfarin. There were no deaths in the first year after discharge in these 39.
In 26 patients syncope was always related to exertion (group 1) and in 13 of these syncope was preceded by angina despite the absence of coronary disease. In no patient in group 1 was there recurrence of syncope after valve replacement.
In 13 patients syncope was unrelated to exertion (group 2) and it was never preceded by angina. Eight of the 13 in groupX continued to have syncope After aortic valve replacement and this proportion was significantly different from group 1 (p < 0-01).
Four patients m group 2 had epilepsy. Before surgery, witnessed convulsions ha&d--been attributed to primary haemodynamic disturbance, but they continued after surgery and it became clear that there was no precipitating cardiac cause. They were eventually controlled in each case with anticonvulsants.
Four-patients had syncope associated with tachycardia (one ventricular and three supraventricular) before valve replacement. The arrhythmias persisted in each after surgery but were only associated with syncope after valve replacement in the patient with ventricular tachycardia. Two patients had postural syncope (on standing suddenly) before valve replacement and it recurred after surgery in one. In two patients syncope was -preceded by nausea, a feeling of heat and faintness. Both patients were noted to become pale and sweaty during syncope. One had no further episodes after valve replacement. The other, who had a long history of fainting during pain and emotional stress, continued to faint after valve replacement. He has not been paced. In the last patient in group 2, occasional syncope occurred after valve replacement. No cause was found, but he declined extensive investigation and he has not had a tilt test.
The valve areas (determined with the Gorlin formula2) were similar in groups 1 Exercise-induced cardiac arrhythmias usually follow and are secondary to an abrupt fall in blood pressure.3 Inappropriate vasodilation, the result of reflexes triggered by left ventricular baroreceptors4 and occurring during or just after exercise, is thought to be the mechanism in most cases. 5 6 This study shows that syncope unrelated to exertion is a common finding in patients with aortic stenosis. In some cases the stenosed valve may act synergistcally with other abnormalities (cardiac arrhythmia or abnormal vascular reactivity) to produce syncope. Thus replacement of the stenosed valve may mean that recurrenc-e of the arrhythmia or vasovagal episode will no longer lead to syncope. In other cases where syncope is due to epilepsy, the epileptic focus may relate to cerebral emboli from calcium deposits on the stenosed aortic valve, explaining the relatively high incidence of epilepsy in this series. Such syncope will not be cured by valve replacement. This study shows that in most cases of non-exertional syncope, aortic valve replacement does not cure the syncope. Thus when a patient with aortic stenosis has non-exertional syncope, another cause (arrhythmias, epilepsy, orthostatic hypotension, vasovagal syndrome) should be sought.
